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Recently, beneficial efEects oE retinoic acid (RA)/retinoids against atherosclerosis at the vascular smooth
muscle cells have been reported･ However, their effects at the endothelium have been uncertain･ We there-
fore examined the effects of RA/retinoids on endothelial nitric oxide (NO) production/endothelial NO synthase
(eNOS) activation, angiogenesis, and cell adhesion between vascular endothelial cells (EC) and myeloid HL-60
cells. We observed that both all-trams RA (ATRA) and RA receptor (RAR) agonist Am80 signiricantly induced
eNOS phosphorylation伸O production as well as EC proliferation and angiogenesis･ We next compared the er-
fects of ATRA and Am80 on the CD38-mediated cell adhesion between EC and HL-60 cells. The CD38-medi-
ated cell adhesion as well as CD38 expression was significantly lower in Am80 treated cells than in ATRA treat-
ed cells. Our observation therefore indicates that Am80, rather than ATRA, may be a potential candidate for
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